These studies were designed to investigate the role of protein kinase C (PKC) 
lular Ca +, respectively (4) . However, in other cells, purinergic receptor activation causes the release of Ca2+ from intracellular stores and opens membrane Ca2+ channels, allowing the influx of Ca2+ (1) (2) (3) (6) (7) (8) (6) (7) (8) (9) (10) (11) . These authors speculate that fluctuating negative feedback is provided by oscillations in the cellular activity of PKC, which then provides negative feedback at, or upstream from, the phospholipase C (11) . Similarly, both activa¬ tors and inhibitors of PKC inhibit phenylephrine-induced
[Ca2+]¡ oscillations in rat hepatocytes (12 (14) . Briefly, birds were killed by cervical dislocation [10] [11] [12] [13] [14] (13, 23) . This substrate peptide is phosphorylated equally by conventional and novel PKC , ß, 7 , and e isoforms (21, 24 (31) (32) (33) (34) (35) , its associated G-protein (36) (37) (38) (39) (40) or its phospholipase C target (6-8, 31, 32, 35, 36, 41-46) (Fig. 6) 
